The urinary excretion of pregnanediol and cestriol increases in normal pregnancy from the very beginning and it is thought that this is due to production of steroids by the corpus luteum of pregnancy and the early trophoblast. The situation has been examined in hydatidiform mole where no feetus is present so that any hormone production is independent of foetal precursors. Hydatidiform mole may be accompanied by theca lutein cysts which appear to be due to the abnormally high levels of HCG circulating in these women.
The urinary excretion of cestriol and pregnanediol in cases of hydatidiform mole has been examined by Macnaughton (1965) , who found that although cestriol excretion was frequently low this was not always so, and the same applied to pregnanediol; it is therefore impossible to make a diagnosis of hydatidiform mole by urinary assay ofeither ofthese two steroids.
It has also been shown that conversion of progesterone to pregnanediol in hydatidiform mole is less than in normal pregnancy (Macnaughton & Greig 1965 ). In such a study the ratio of urinary excretion of pregnanediol to that of pregnanetriol was approximately 2 : 1 (Coutts et al. 1969) , compared with 20 : 1 in normal pregnancy (Harkness & Love 1966) .
In a patient with pregnanediol levels in the normal range, indicating a high excretion of preg-"Present address: Department of Obstetrics & Gyn3cology, Royal Matemity & Women's Hospital, Rottenrow, Glasgow nanetriol, studies were initiated to try to find the source ofthe increase in pregnanetriol excretion.
Under conditions suitable for steroidogenesis 15 g mole tissue was incubated with 14C-4 pregnenolone, and 17a-hydroxypregnenolone, progesterone, 16at-hydroxyprogesterone and 16,B-hydroxyprogesterone were formed. From an extract of mole tissue cholesterol, pregnenolone, smaU amounts of 17a-hydroxypregnenolone, pregnanediol, pregnanetriol and androstenedione were isolated. No 17a-hydroxyprogesterone, the important precursor of pregnanetriol was found, either in the mole tissue or in the incubation study.
From this case of hydatidiform mole 200 ml theca lutein cyst fluid was extracted and the following steroids identified: cholesterol, pregnenolone, 17a-hydroxypregnenolone, progesterone, 17a-hydroxyprogesterone, pregnanediol, pregnanetriol and androstenedione. The substances isolated from the mole tissue and the cyst fluid and the results of the incubation study suggest that the increase in pregnanetriol excretion is ovarian in origin. This is in agreement with the findings of Stitch et al. (1966) who showed that pregnanetriol excretion remained high in a case of hydatidiform mole after evacuation of the uterus until regression of the cysts had occurred.
After gonadotrophin therapy there is a general increase in steroid production by the ovary; cestriol, pregnanediol, pregnanetriol and testosterone are all raised. The levels of pregnanetriol can be as high as 4 mg/24 h in the cycle and by extrapolation from the study in hydatidiform mole, it is thought this might be due to the increased formation of precursor 17a-hydroxyprogesterone in the ovaryprobably in the corpus luteum.
A patient in whom uterus and both ovaries had been removed was given 1,000 i.u. FSH and 5,000 i.u. HCG and the urinary steroid output was (PD) andpregnanetriol (PT) in agonadotrophininduced cyclefollowed bypregnancy measured over 14 days. There was a slight increase in urinary cestriol and pregnanediol but not in pregnanetriol. This lends further weight to the suggestion that the increased pregnanetriol in the gonadotrophin-induced cycle is of ovarian origin.
In very early gonadotrophin-induced pregnancy there is a steep rise in plasma progesterone level due to the corpus luteum of pregnancy; this falls off at 8-10 weeks and then rises again as trophoblastic production of progesterone increases (Yoshimi et al. 1969 ). These workers also measured plasma 17a-hydroxyprogesterone, which rose paripassu, with progesterone and then fell away at 6-10 weeks when the corpus luteum ceased to function.
Fig 1 shows the pregnanetriol excretion in a gonadotrophin-induced cycle in which pregnancy occurred. The pregnanetriol level rose in early pregnancy and fell to normal at about ten weeks, whereas progesterone and cestriol rose further as 'the feetoplacental unit began to function. The pattern of pregnanetriol in the urine therefore parallels that of its precursor 17a-hydroxyprogesterone in the blood. The measurement of pregnanetriol in the urine during gonadotrophin therapy may give some idea of the degree of ovarian stimulation and the function of the corpus luteum. High levels of pregnanetriol in the gonadotrophin-induced cycle have also been reported by Lunenfeld (1967) .
The present study and that of Yoshimi et al. (1969) indicate that the corpus luteum of preg-nancy may last 8-10 weeks. Most data on the corpus luteum ofpregnancy are consistent with an early role for this organ. The present information suggests that the corpus luteum might be functional up to about ten weeks gestation. This could be monitored by measuring either plasma 17ahydroxyprogesterone or its main urinary metabolite, pregnanetriol. It should also be noted that the levels of pregnanetriol in gonadotrophinstimulated cycles are higher than those previously reported. This may be due to multiple corpora lutea or to a larger corpus luteum and may be related to the dose of gonadotrophin used to induce ovulation. It is possible that this parameter might be used to assess whether or not the ovary has been hyperstimulated and to indicate the likelihood of early abortion.
In this investigation the methods used for urinary assay were: cestriol -Brown (1955) as modified by Brown et al. (1957) and Ittrich (1958) ; pregnanetriol -Fotherby & Love (1960); testosterone -Inguilla et al. (1967); pregnanediol -Klopper et al. (1955) .
